A child with complete syndactyly of cup shaped hands and mirror polysyndactyly of the feet, together with a nasal defect, was identified out of a total of 1 031 439 livebirths. She had a pattern of multiple congenital anomalies which was similar to that first described by Laurin et al in 1964 and by Sandrow ct al in 1970. Two more cases with a similar pattern of congenital anomalies have recently been published so this is the fifth reported case with this constellation.
In 1964, Laurin et all described a boy who had complete polysyndactyly of his hands which were held in a "semicupped position" and had "perfect mirror feet". He also had bilateral absence of the radius and tibia with bilateral reduplication of the ulna and fibula. Sandrow et aP in 1970 described a girl who had mirror polysyndactyly of both hands and feet with duplication of the ulna, fibula (dimelia), and tarsal bones, together with nasal anomalies consisting of hypoplasia of the nasal alae with coloboma and short columella. Her father was also affected, but to a different degree. These unilateral absence of the tibia. The family history suggested autosomal dominant inheritance. However, neither nasal anomalies nor mirror feet were present. These mirror image duplications of the digits are similar to those that are produced experimentally in chicks, including the accompanying anomalies.78 In fact, the experimentally produced mirror image limbs in chicks included duplicated fibulae and one tibia, or frequently a solitary fibula, with a variable degree of expressivity. Although the femur was never duplicated, changes of its shape were found with or without accompanying changes in the pelvis. Thus, it appears that the presence of long bone anomalies in cases with mirror feet polydactyly which is related to abnormal development could reflect different degrees of severity.
The different degrees of affectedness of the long bones in the five patients described ( Sandrow et aP postulated autosomal or X linked dominant inheritance, and Martin et a14 concluded that autosomal dominant inheritance was the most likely mode of transmission in their family. The case presented by Kogekar et alP was sporadic and they also considered that it could represent a new mutation, although they did not exclude autosomal recessive inheritance. Our case, also sporadic, was born to a 39 year old father, supporting the assumption of a very infrequent autosomal dominant new mutation.
